rapidly and prevented ischemic stroke, even when INR level was not at therapeutic level. Thrombocytopenia is one of the possible clinical features associated with antiphospholipid antibodies. [6] Antibodies directed against platelet glycoproteins are relevant to thrombocytopenia in patients with APS. [6] Thrombocytopenia is also one of the clinical features and diagnostic criteria of systemic lupus erythematosus (SLE). [7] SLE appears to increase the risk of vascular thrombosis in patients with APS. However, such association is not considered strong enough to guide clinical decisions in secondary prevention. [1] In the beginning, our patient did not fulfil the diagnostic criteria of SLE (2 of 17 criteria matched for lupus anticoagulant positivity and thrombocytopenia). A diagnosis of SLE was made with ANA antibody positivity and hemolytic anemia (direct Coombs test positivity) during the F/U period. [7] Thus, immunotherapy was not considered as first-line treatment. In addition, APS was considered as primary type initially, this diagnosis should be change to secondary APS associated with SLE. With anticoagulation and immunotherapy, thrombotic neurologic symptoms were stabilized, and effective prevention of another thrombosis was established. Immunotherapy could be one of the therapeutic options for arterial recurrent thrombotic events in patients with APS, especially when accompanied by thrombocytopenia. It is also important that laboratory autoimmune markers should be investigated repeatedly with appropriate intervals.
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Mimickers of Amyotrophic Lateral Sclerosis
Sir, We read with interest the article titled, "Clinical mimickers of amyotrophic lateral sclerosis-conditions we cannot afford to miss" by Singh et al. [1] We appreciate the authors' effort and research work for coming up with a comprehensive list of amyotrophic lateral sclerosis (ALS) mimickers. We would like to highlight upon two more conditions described in the text which resemble ALS: a. Eosinophilic fasciitis is a rare localized scleroderma-like disorder with symmetric skin changes including an initial edema and erythema of the extremities, followed by woody skin induration in a later phase. This induration leads to joint contractures with limited mobility. Laboratory tests may show peripheral eosinophilia, hypergammaglobulinemia, and an elevated erythrocyte sedimentation rate. Godeiro-Junior et al. [2] have described it in the fourth decade of life with presentation with early-onset generalized fasciculations and electromyography findings of active denervation and reinnervation, which suggests a neurogenic process and raises a doubt in diagnosis. However, associated clinical features such as swollen knees in the described case as well as skin features hint toward the diagnosis. These cases generally show an excellent response to steroids with complete resolution of the complaints b. Lyme disease is very challenging in diagnosis since it mimics other neurological disorders such as ALS or Guillain-Barre syndrome. Careful and detailed examination and investigation are required to confirm the diagnosis and to prevent misleading inaccurate diagnoses. Burakgazi [3] have described a patient with a 1-month history of rapidly progressive weakness involving bulbar, upper limb, and lower limb muscles. The physical examination showed widespread weakness, atrophy, fasciculation, and brisk reflexes. The initial electrodiagnostic test showed widespread active and chronic denervation findings. The initial physical and electrodiagnostic findings were suggestive of ALS. However, blood serology indicated possible Lyme disease. Thus, the patient was treated with doxycycline. The clinical and electrodiagnostic findings were resolved with the treatment.
Thus, there are many disorders which match the clinical presentation of ALS. A meticulous approach should be used both clinically and in investigations to rule out various conditions before arriving at the final diagnosis of this dreaded disease.
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Neuropsychiatric Lupus: The Devil is in the Detail
Sir, Details of patient history remain important in spite of all technological advancements. Nonneurological symptoms and signs may point to the etiologic diagnosis and should be considered carefully. While diagnostic criteria are helpful, patients' diseases may sometimes be in a state of evolution and incomplete syndromes also have to be recognized. A nonspecific symptom such as psychosis sometimes gets treated symptomatically without further thought. This may be a missed opportunity to diagnose and provide specific treatment if indicated or at least caution for future events. We present a 44-year-old lady who initially presented with psychosis and later developed an acute polyradiculoneuropathy. She was subsequently found to have probable systemic lupus erythematosus (SLE).
A 44-year-old lady presented with calf pain, paresthesias, and difficulty in getting up from squatting, followed soon by difficulty in climbing upstairs of 2-week duration. Four days later, she developed left facial weakness. On the 10 th day, she had limb weakness, which progressed enough to confine her to bed. She had bilateral facial weakness, flaccid areflexic quadriparesis, and an impaired joint position sensation in the right big toe. Her upper limbs were normal with normal bladder and bowel. There was no altered behavior or seizures, upper respiratory tract infection, diarrheal illness, abdominal pain, or cola-colored urine. There were no rashes, photosensitivity, joint pains, or alopecia. A syndromic diagnosis of polyradiculoneuropathy involving the facial nerve as well as spinal nerve roots was made.
Six years ago, she had paranoid delusions, feeling of being watched through a camera with auditory hallucinations which responded to paliperidone that had been continued till date. Three years ago, she was diagnosed with ductal carcinoma of the left breast that was positive for estrogen and progesterone receptors. She was managed with neoadjuvant chemotherapy with docetaxel and epirubicin followed by surgery and chemoradiotherapy.
At presentation, nerve conductions demonstrated a sensorimotor axonal neuropathy in all four limbs. Since the patient had a past history of malignancy, magnetic resonance imaging (MRI) was done to look for carcinomatous infiltration of nerve roots which revealed enhancement along the roots. Cerebrospinal fluid was acellular with raised protein and no malignant cells. Peripheral smear also did not reveal any
